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It’s now cheaper to print color figures in KI
Have you been concerned in the past about the cost of print-
ing color figures in Kidney International (KI)? KI has listened 
to your concerns and is now offering permanently reduced 
pricing for color figures—a flat fee of $500 per printed page, 
no matter how many color figures are on a page. This pricing 
is more affordable for authors and competitive with other top 
scientific journals. We want to make it easier for authors to 
publish the color figures that demonstrate important scien-
tific findings, and our new pricing reflects our commitment to 
achieving this goal.
nature publishing group
concomitant of severe chronic kidney 
disease (CKD), might play in renal 
progression. In this issue, Wesson and 
colleagues continue the study of the part 
that endothelin might play in progres-
sion. In a cohort of 59 patients with CKD 
and blood pressure controlled by angio-
genesis blockade, the authors treated 
half of the patients with sodium citrate 
in doses sufficient to control the acidosis, 
and the other half with the angiogenesis 
blockade alone. After 2 years of follow-up, 
they found that correction of the acido-
sis reduced urine endothelin excretion as 
well as urine N-acetyl glucos aminidase, 
a marker of tubular injury. Two years 
of citrate treatment resulted in a higher 
estimated glomerular filtration rate. Sig-
nificantly, the citrate treatment blunted 
the rate of progression of CKD. Blood 
pressure was equally well controlled in 
the two groups. These studies provide 
new insight into the mechanism of pro-
gression and the role of acidosis in the 
decline in renal function. Luckily, the 
treatment is cheap and well tolerated. 
See page 617.
Effect of testosterone 
on renal calcium 
handling
As they report in this issue, Hsu et al. 
studied the contribution of androgens to 
Hemodialysis session 
length and mortality
There seems to be disagreement on the 
role that session length plays in the effec-
tiveness of dialysis, as reflected by all-
cause mortality. The difficulty, in part, 
comes from the lack of control of some 
confounding factors, such as changes in 
session length over time and other time-
dependent factors. Brunelli et al. analyzed 
more than 8000 in-center hemodialysis 
patients, using a strict statistical analysis, 
to determine the association between 
session length and mortality based on 
the prescribed length of dialysis. They 
found that session lengths of 4 hours 
were associated with a 42% increase in 
mortality. Sensitivity analyses showed a 
dose–response relationship between ses-
sion duration and mortality. The study 
suggests that shorter hemodialysis ses-
sions are associated with higher mortality; 
however, whether they cause the higher 
mortality will have to be tested directly. 
See page 630.
Acidosis, endothelin, 
and progression  
of CKD
Renewed interest has focused on the 
negative role that acidosis, a common 
the well-known clinical and experimental 
finding of sex differences in calcium 
excretion. They found that male mice 
had a higher urinary calcium excre-
tion than female mice, and their renal 
calcium transporters were expressed at 
a lower level. They also found that orchi-
dectomized mice excreted less calcium 
in their urine than sham-operated con-
trol mice, and that hypocalciuria was 
normalized after testosterone replace-
ment. Androgen deficiency increased 
the abundance of the renal mRNA and 
protein of both calcium transporters 
without being associated with any 
changes in other calcium-regulating 
hormones, such as parathyroid hormone 
or 1,25-dihydroxyvitamin D3. Further, 
in vitro studies reproduced these effects 
in distal nephron cells in culture. The 
main conclusion here is that androgens 
control the expression of the calcium 
channel responsible for transepithelial 
calcium transport in the distal nephron. 
See page 601.
